tors have attempted to associate virus infee¬ tions with congenital abnormalities, prematur¬ ity, fetal deaths, or maternal deaths. Swann (2) in 1943 implicated maternal mumps as a cause of fetal anomalies. Others {3-15) have since reported on the influence of virus infee¬ tions on both the fetus and the mother, with contradictory findings as to the effect of in¬ fluenza infection.
As a result of some of these investigations, pregnant women are generally considered to be a high-risk group with respect to influenza.
Eickhoff and co-workers recommended that "immunologic protection through the routine use of influenza vaccine in such high-risk groups may be of great value in reducing the extent of influenza-associated excess mortality" (15) . The Prematurity. Figure 1 shows the monthly fluctuations of premature (<2,500 gm.) births In the Baltimore outbreak of A2 influenza, Frazier (12) found an increase in the fetal death ratio from 16.4 An alternative explanation may be that fetal complications and susceptibility to the influenza virus occurred coincidentally in women prone to both conditions. This hypothesis might explain the foregoing group of findings. Obviously, a correlation between two events (for example, influenza and malformations) does not prove a causative relation. The correlation may be coincidental because a third factor is causative for both. For example, if a drug or a nutritional factor causes both an increase in the incidence of malformations and an increased susceptibility to influenza, then a correlation as described by Coffey and Jessop may be coincidental. Immunization against influenza would not, in such instance, influence the incidence of malformations. We cannot exclude the above possibility. A consistent increase in malformations in connection with influenza outbreaks or a decrease in the number of malformations associated with influenza vaccination could substantiate a causative relationship between influenza and malformations. Further studies during influenza outbreaks are needed to provide such information.
Summary
Six outbreaks of Asian strain influenza, established by excess pneumonia-influenza mortality, a monthly serologic profile, and clinical reports and virus isolations, were observed in New York City from the initial appearance of the virus in August 1957 to the termination of this study in June 1961.
In the 20-29 year age group mortality among pregnant women was significantly higher (ninefold) than among nonpregnant women only during the first outbreak in October and November 1957. The mothers in the 10-180 day postdelivery period did not belong to this highrisk group. This distinction between pregnant and nonpregnant women disappeared in the later outbreaks, concomitantly with the appearance and retention of A2 influenza antibodies in the 20-29 year age group. One possible explanation for this finding is that pregnancy decreases nonspecific protective factors but not strain-specific immunity. This possibility and other considerations suggest that only administration of a homologous strain vaccine before exposure to a new virus would be effective in preventing excess maternal deaths.
No correlation could be found between maternal influenza infection and prematurity, fetal deaths, or congenital abnormalities when the monthly profiles of these events were analyzed. Isolated data from a single large hospital yielded similar findings. The correlation occasionally found in the literature cannot exclude the possibility of unknown factors causing increased susceptibility to both influenza and fetal malformations.
NoTE: Data extracted from death certificates for this study are available from the authors.
A pilot survey by the Ohio Department of Health to estimate the frequency of Salmonella infections in chicks offered to the public as pets for Easter resulted in three isolations of Salmonella. Cloacal swabs, fecal samples, and other specimens were collected 2 days before Easter, 1962, at the seven service stations, one clothing store, one dime store, and one pet shop in Columbus and Dayton, Ohio, that advertised the sale or free gift of chicks.
The specimens included cloacal swabs from 158 chicks, 5 ducks, and 2 parakeets, rectal swabs from 2 rabbits, 45 fecal samples from chick cages and 3 from duck cages, swabs of 12 chick waterers and 1 duck waterer, and 2 samples of chick feed. The chicks had come from five hatcheries, and almost all were 2 to 3 days old.
The isolations of Salmonella were all from specimens collected at the dime store. Salmonela thompson was isolated from 1 fecal sample and one chick waterer, and Salmonella bareilly was isolated from another waterer. None of the 23 cloacal swabs collected at the same store produced salmonellae.
By Paul R. Schnurrenberger, D.V.M., M.P.H., and Marsha K. Blatt, M.S., division of communicable diseases, Ohio Department of Health.
The cloacal swabs may have been poor indicators of infection, since it is difficult to obtain adequate fecal material on swabs of chicks only 2 or 3 days old.
Other gram-negative organisms recovered in the pilot survey were Proteus mirabilis, Escherichia coli, Escherichia intermedius, Escherichia freundii, Aerobacter aerogenes, Alcaligenes faecalis, and Pseudomonas aeruginosa.
Poultry and poultry products are well established as sources of SalmoneUa infections for man (1) . At least one outbreak of salmonellosis has been attributed to Easter chicks (2) . The fact that the birds are handled primarily by children, a susceptible population, heightens the potential seriousness of the problem. The pilot study in Ohio emphasizes the need for a more extensive study of Easter chicks as sources of human Salmonella infection.
